ii • Diagnostic and Interventional Radiology increases the possibility of secondary AEF (1) . Approximately 24 cases of secondary AEF have been previously reported in the literature (2) (3) (4) (5) (6) (7) (8) (9) (10) (11) (12) (13) (14) (15) (16) (17) (18) (19) (20) , with most (54.2%) occurring within four months after TEVAR with various types of endograft, and only six patients (25%) surviving, with a mean followup period of 11.6 months (Table) .
A pathophysiologic mechanism of secondary AEF after TEVAR has been hypothesized by Eggebrecht et al. (2) as follows: 1) direct erosion of the relatively rigid stent graft through the aorta into the esophagus as the most common cause of AEF after TEVAR; 2) pressure necrosis of the esophageal wall due to the continuing forces of the selfexpanding endoprosthesis; 3) ischemic esophageal necrosis due to stent graft coverage of aortic side branches that feed the esophagus; and 4) infection of the stent graft prosthesis that eventually extends to the esophagus, eroding its wall. Pressure necrosis mechanisms also occur in the presence of endoleak that enlarge the aneurysm sac (2-4, 6, 10), or in an already large aneurysm sac prior to TEVAR (4, 5, 7, 9, 11, 19) , with an average diameter of 7.5 cm (range, 6-10 cm).
The possible pathological mechanism in our case consisted of potential systemic infections from tube nephrostomy, leading to stent graft infection, although the stent graft itself showed no invasion to the esophageal wall. Furthermore, continuous compression of the huge aneurysm sac might have contributed to the erosion of the esophagus wall. Thus, we postulate that the combination of these two mechanisms might be the cause of AEF. Some reports described how these mechanisms induce an inflammatory process, adhesion, and tissue necrosis, leading to erosion and finally to fistulation, with subsequent massive hematemesis when the fistula reached the proximal or distal aspect of the endograft (1, 17) .
Our patient presented with a newonset of high-grade fever with elevated markers of inflammation, thus we suspected AEF and performed CT and endoscopy for an accurate diagnosis. This symptom does not match with the general clinical presentation of AEF, which involves Chiari's triad of dysphagia or mid-thoracic pain and a short symptom-free interval, followed by a herald hemorrhage and fatal hematemesis (19) . Therefore, physicians should alert and closely monitor patients who present with this symptom. over conventional open surgery for this complication, and anastomotic pseudoaneurysm as an indication for TEVAR, as well as emergent TEVAR, The mortality rate of secondary AEF after TEVAR is extremely high, both with conservative (88.3%-100%) and surgical treatment (63.6%) (1, 2, 4) . Conservative managements with broad-spectrum antibiotics and proton-pump inhibitor treatment, or secondary interventional treatment, such as total enteral feeding via percutaneous gastrostomy, esophageal stents and re-TEVAR, are frequently associated with a fatal outcome due to recurrent hemorrhage or chronic mediastinitis (2, 4, 12, 14-17, 19, 20) . Thus, definitive surgical treatment involving effective debridement, esophageal resection and staged reconstruction, and aortic reconstruction using a graft appears to be the only effective method of saving patients with an AEF (3, 5, 8, 10) . On the other hand, as most AEF patients have contraindications to open surgery, owing to their poor general condition or comorbidities, surgical therapy is not frequently undertaken, as was the case with our patient. CT-guided percutaneous drainage may have several benefits (17) to release the compression and to identify the exact organism that caused infection for selection of the appropriate antibiotic. In our case, combining conservative management with CT-guided percutaneous drainage of the infected aneurysm sac as a bridging management could have improved the patient outcome.
In conclusion, a secondary AEF after TEVAR is a catastrophic complication that is not easily treated; still, because conservative management has not been effective, it should be attempted with some form of invasive treatment. Close and regular follow-up after TEVAR by endoscopy and CT to detect the early signs of AEF should be performed, especially in the case of a huge aneurysm sac.
